Capacitative Ca2+ entry in human platelets is resistant to nitric oxide.
Both sodium nitroprusside (SNP) and a phospholipase C inhibitor U73122, when applied to human platelets after the stimulation with thrombin (0.2 U/ml), caused dose-dependent inhibition of Ca2+ influx. The inhibition, however, was not complete for either substance and the U73122-resistant Ca2+ influx was also resistant to SNP. Two lines of evidence suggested that the SNP/U73122-resistant Ca2+ influx was due to the capacitative Ca2+ entry. First, U73122-resistant fraction of Ca2+ influx induced by thapsigargin was also resistant to SNP. Second, both U73122 and SNP failed to inhibit the Ca2+ influx induced by an acid extract from thrombin-stimulated platelets that contained the Ca2+ influx factor activity. We suggest that the capacitative Ca2+ entry in human platelets, once triggered by inositol trisphosphate-induced store-depletion, is not affected by nitric oxide.